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Surrogate Markers

Early lesions Vulnerable plaque Thrombosis
MPO MPO sCD40L
Lp—PLA2 MMP1, 2,9 VWF
sICAM—1 SAA Fibrinogen
SVCAM—1 Lp—PLA2 P—selectin
IL-6 CRP Homocysteine
IL=10
TNF—a
MCP—1
CRP

21, EAAEEE0| ZH TAlof ARE MRIEX[XKFerri N et al. Curr Opin Lipidol 2006;17:465-501.).

molecule—1 (sSICAM-1), interleukin—6 (IL—6), IL-10, tumor necrosis
factor—a (TNF-a), monocyte chemoattractant protein—1 (MCP-1), C—
reactive protein (CRP) 5°] oW EFYA Zshtof Avte A EA|AI=
+ MPO, matrix metallopro—teinase (MMP)-1, 2, 9, seum amyloid A
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soluble CD40 ligand (sCD40L), von Willebrand factor (vWF), fibrinogen,
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Surrogate Markers

% Lp—PLA:Y MCP-19] ko] mf-- a3k Avhs 280 glom, 34 o
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MHEXR  olpiE o4 Tg Halss oy ZH IR
CRP MI, CVD, CHD, SCD Thrombosis, LDL—uptake, ED Statin

SAA CHD, MI Foam cell formation Statin

Lp—PLA: CHD, MI, SCD, ACS DL oxidation, inflammation Statin

MCP—1 MI, SCD, CHD, CVD Leukocyte recruitment Statin, fenofibrate
MMP ACS, MI Plaque rupture Statin

VCAM—1 ACS Leukocyte recruitment

ICAM—1 CHD? Leukocyte recruitment Statin

LDL—uptake, MMP activation,
MPO MI, SCD, ACS P vl
plaque rupture

MI, myocardial infarction; CVD, cardiovascular disease; CHD, coronary heart disease; SCD, sudden cardiac death; ED, endothelial
dysfunction, ACS, acute coronary syndrome

5.2. CRP (C-reactive protein)
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Surrogate Markers
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Surrogate Markers
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2 2. Women's Health StudyOliAl EEE S4Z3IE0| MHEXIXIRt M2 Al HoISEZ| vl
Koenig W. Int J Cardiol 2005;98:199-206.




Surrogate Markers
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5.3. Serum amyloid A (SAA)
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Surrogate Markers

Relative risk
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Relative risk
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Relative risk
Relative risk
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Ricker PM et al. N Engl J Med 2000;342:836—43.
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Surrogate Markers
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5.4. Lipoprotein associated phospholipid A, (Lp-PLA)

Lp—PLA»= LDLH &} A8} Q1A S 7heisfists @59 &8 LDL% 47
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Surrogate Markers
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B 22 ol A ARl Hlgte]
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5.4.3. Lp-PLA,2] HX
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5.5. Monocyte chemoattractant protein-1 (MCP-1)

5.5.1. MCP-10] 2t= X733 0] uilo]A| o] ot
S A Tt tiA] AlZR Wl FHAHES thalste] AFA 27}
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A) Spo A ZA7sire] olslel AL WAISHE A0 et MCP-1o] 2
= ZAASN ) AT o] Hie ke Bolalt

55.2, HE# o] HEIX[= A 2] MCP-1
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7} 57}%% B ol 71&0] AE A3k YgIAtet AFEAR ] HY
ZQl YWk E5T HIV 749 34}, Aol s HIV 7h 3, v Al
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